The infants of mothers with skinfold thicknesses less than 7 mm (less than 25th percentile for the whole group) had significantly smaller anthropometric measurements than those of mothers with skinfold thicknesses greater than 12-1 mm (greater than 75th percentile) (see table II) .
The infants of mothers with skinfold thicknesses less than 7 mm (less than 25th percentile for the whole group) had significantly smaller anthropometric measurements than those of mothers with skinfold thicknesses greater than 12-1 mm (greater than 75th percentile) (see table II) .
There were significant differences between the paying and nonpaying groups in infant weight and length and maternal height and triceps skinfold thickness (see table III). Infants weighing under 2500 g constituted 24 % of the whole group, 15 % of the paying group, and 30 % of the non-paying group. 
Discussion
The positive correlation we found between maternal triceps skinfold thickness and infant anthropometric measurements is further evidence that the nutrition of the mother affects the nutrition of her baby. The social class differences in these measurements confirm this point, as many of our mothers were appreciably malnourished. Indeed, the mean maternal triceps skinfold thickness in our non-paying group was only 8- (12) , glomerulonephritis (6) , toxic tubular necrosis (2), and after operation (1) .
The 40 children were from the northern districts of Tamil _ _ not important factors in these patients. Two-thirds of the children had thrombocytopenia and fulfilled all the criteria for classical haemolytic-uraemic syndrome. Some had decreased plasma fibrinogen and raised plasma haemoglobin concentrations; and the histological findings of glomerular hypercellularity and fibrin deposition with its sequelae, acute tubular necrosis and focal parenchymal necrosis, were also in keeping with a diagnosis of haemolytic-uraemic syndrome.6 7 The seven patients with normal or raised platelet counts should also be considered as suffering from the haemolyticuraemic syndrome, as such platelet values have been found in patients with this condition.3 5 8-10 Of the six patients whose platelet counts were not recorded, two were shown at necropsy to have renal morphology typical of the syndrome.
In every patient the renal failure was preceded by a diarrhoeal illness typical of acute bacillary dysentery. This lasted a few days and was characterised by fever, abdominal pain, and frequent passage of stools with blood and mucus. The recovery of shigellae in 30% of these patients (from an area where the prevalence of shigella infection in preschool children is 3-6 7%" 12) and the finding of superficial colonic ulceration at necropsy provide additional evidence that these patients had shigellosis and not merely the non-infective bloody diarrhoea described in the haemolytic-uraemic syndrome.3 4 This syndrome can be precipitated by viral infections13 '6 and has followed infection with haemolytic streptococcil7 or salmonellae,'8 but its occurrence after shigellosis has only rarely been reported. '9-22 We have shown for the first time that infection with Sh dysenteriae serotype I is an important cause of the haemolytic-uraemic syndrome. 
SIDE EFFECTS OF DRUGS
Adverse bronchial reactions to intravenous hydrocortisone in two aspirin-sensitive asthmatic patients A leading article in the BMJY in 1974 (based on a single case report published elsewhere2) drew attention to the possibility of allergic or idiosyncratic reactions to intravenous steroid preparations. We report two suspected adverse reactions to intravenous hydrocortisone, one of which was almost fatal. Both patients had longstanding asthma and were known to be sensitive to aspirin.
Case reports
Case 1-A 66-year-old housewife with a 32-year history of asthma had previously developed increased airflow obstruction after taking aspirin and also after a tartrazine-containing drink. She was receiving maintenance treatment with inhalational beclomethasone and salbutamol and, in addition, required prednisolone 15 mg weekly. On 16 December 1977 she was admitted electively for stabilisation after six weeks of increased wheezing. Her forced expiratory volume in one second was 0-7 1, compared with her best value of 1-5 1, and arterial blood gas estimations breathing air showed oxygen pressure 8-1 kPa (61 mm Hg) and carbon dioxide pressure 5-2 kPa (39 mm Hg). She was given nebulised salbutamol and her oral prednisolone was increased to 40 mg daily. Though she was comfortable at rest, a short course of parenteral steroids was thought to be advisable and she was given a loading dose of 200 mg hydrocortisone sodium phosphate by slow intravenous injection over two minutes. Within one minute after the injection she complained of severe breathlessness, and increased wheezing was obvious; within a further two minutes she became progressively cyanosed and suffered respiratory arrest. An endotracheal tube was inserted and she was mechanically ventilated for 11 hours. Subsequently she made a rapid recovery on increased oral steroids and is now well. The patient could recollect clearly a feeling of rapidly progressive dyspnoea from the moment of injection of the hydrocortisone.
Case 2-This 33-year-old woman had a 12-year history of asthma and had previously developed airflow obstruction after taking aspirin. She had received large doses of oral steroids elsewhere before attending this hospital, and after the introduction of inhalational beclomethasone these were being gradually reduced. Results of a short challenge test with Synacthen (tetracosactrin and mannitol) suggested impaired adrenal function, and when seen in the asthma clinic on 5 August 1977 she complained of tiredness and lethargy and had a blood pressure of 105/80 mm Hg. Because of suspected subacute adrenal insufficiency (later confirmed) she was given 100 mg hydrocortisone sodium succinate intravenously. She immediately vomited and within a few minutes developed a widespread urticarial eruption and increased wheezing. She was given chlorpheniramine and increased oral steroids and made an uneventful recovery.
Discussion
Of the recognised side effects of hydrocortisone salts, anorectal pruritus is commonly associated with intravenous hydrocortisone sodium phosphate3 but the mechanism is not known. The patient in case 1 did not experience pruritus with this salt but developed severe airflow obstruction, which is unrecorded. Although there are several reports4 of delayed adverse reactions to intra-articular steroids (of various types), airflow obstruction has not been a prominent feature. The report of Mendelson et a12 of bronchospasm, urticaria, and angioedema occurring after intravenous methylprednisolone and hydrocortisone succinate in an asthmatic patient was the first to record an immediate anaphylactic reaction. Subsequently two more cases were reported,4 both in patients with airflow obstruction who were given intravenous hydrocortisone sodium succinate. The mechanism of these reactions is not known, but results of separate challenges with the active steroid preparation and the diluent2 suggest that preservatives or stabilisers are not responsible, and intradermal
